Role of BOK at the intersection of endoplasmic reticulum stress and apoptosis regulation The B-cell lymphoma 2 (BCL-2) ovarian killer (BOK) is an intriguing BCL-2 family protein with highest homology to the multidomain executioner proteins BAX and BAK, yet its role in apoptosis regulation has been questionable because of the reported absence of phenotypic findings in Bok −/− mice (1). In an indepen- Fig. 1 C and D) . To reinforce the physiologic impact of these findings, we further demonstrate a statistically significant survival advantage for Bok −/− mice challenged with thapsigargin (Fig. 1E) . Our finding of a role for BOK at the intersection of apoptosis and ER signaling is consistent with BOK's ER localization and the observed decrease in the IRE1α branch of the unfolded protein response, as reported for independently derived Bok −/− cells (4).
Importantly, we observed similar abnormalities in our Bok −/− combinatorial knock-outs as those previously reported for independently derived animals,* including rare craniofacial defects in Bax Fig. 1E) , suggesting that the two models may have more similarities than differences. Additional links between BOK, its splice-forms, and ER signaling pathways are the subject of ongoing investigations that may reinforce a unique role for BOK in the ER stress response. 
